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# E BN #R1,255-—84 4% D,[1,25(0H).D, IR EXE A4 oM #% HSS78T £k &y
Yo, Jith RAURAEREMTDEAMEREA, L RALER N Ki67 k£ T k. R 10 mol/L,
10®mol/L # 1,25(0H),D; REXH A (S0umol/L)M THHAKRE AL E A . ZR A5 HERBE. 254
WERETANHRELAEMKIO7T RALEA B AL RAEHMK. §i& 1,25(OH),D; 2t HS578T 4 Mt
hARBRANHER KR EREFAABERA.
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The effect of combined treatment of 1,25(OH),D; and Celecoxib
on the growth of breast cancer cell line HSS78T

HE Xue-qi , SHI Zhi-tao , BAQO Yang-yi
(Clinical Department, Jining Medical University,Jining 2720067, China)

Abstract:Objective To study the effects of combined 1,25-dihydroxyvitamin D;[1,25(0OH),D; Jand Celecox-
ib on the proliferation in breast cancer cell line HS578T. Methods We compared cell numbers by using MTT
method, The expression of Ki-67 was detected by immunochistochemical method. Results Incubation with 107 mol/
L and 10®*mol/L1,25(0H),D; ,Hs578T cells exhibited significant growth inhibition, The immunohistochemical stai-
ning showed that the expression rate of Ki-67 protein was down-regulated in any treatemnt group compared to nor-

mal group. Conclusion 1,25(0H),D, and Celecoxib could inhibit the proliferation and induce apoptosis of breast

cancer cell line HS578T.
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EFMEER.1,25(0H),D; RES 54K
55 B R R A R R R AR R T L X 4R AR
MEEMSEEE -ERANER. AERAES
OB Ry R A gL E D F &K (Vitamin D
Receptor, VDR)# ik ,iA K 1,25(0OH), D, 5 VDR
HEETMHM A AR REM . &
i »1,25COH), Dy H A3 15 #7048 A B VR L WG IR
IR EHEEA T 8~10ug1,25(0OH),D; ¥
T B e 3 U B S I AE T v 4K 2 1 i ) & 1A
KBNS B R B (> Inmol/L)IY ., BRTE 28 IA

* BEWHEEBEALTRE (RS AF2007%H 158)
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PR WS T 4 2 2R L B8 (Cyclooxygen-
ase-2,COX-2) KB A X, i COX-2 i i 7l
BREBERA LA EBOEE. RPFRFKAKI
MMk, RARE&RE VDR k COX-2 %
& . B M ¥ & & (estrogen receptor, ER) 52 %
% Z{k (progesterone receptor, PR)itE . HFH &
BREEMET e ZLIR % 40 A vk HS578T, #1551,
25(0OH), Dy BR-& Z 3R H 1 0 40 fL 1 1 1 B 0

1 HEBAE

1.1 ##
HS578T 4tk B P #HBe -8 40 51,25
(OH),D; 8 % K/ 7] B 3%, 10pg 1,25(OH),D;
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BFLKZERER 10 mol/L B EXEHH
HERATIRE . B F_F TR (DMSO)ELE &K 10
mol/L B ;; M BEE B TA L /KEE R 0. 5mg/
ml 8% ,-20°'C {27 MTT, & .DMSO i F Sig-
ma 24 7] ; DMEM & #4535 2 F HyClone A 75
MNEBTFRMNEEEFAF,

1.2 #i#k

1.2.1 ZRSE AHTEBRE.MEERSEA.1,
25(OH),D; (10" mol/L. 10 mol/L) 4 H 40 . E 3k
5 (50pumol/LY4bH4H \1,25(0H),D, 5 ¥ &
FBAAEAHALL,25(0H),D, 5EXEHALES
%],

1.2.2 M WILIRB bk HSS78T 3
FEESH 0N RE M mE.100U/ml EEXR.
100U/ml #E EH DMEM R HREH. HBHF
U R:37C,5% K CO.,, B E K 100%., H
0. 25 % BREB L IER .

1.2.3 DOk I B (MTT) Bk i W 40 f 3% 5E
B RAK PR (AREE R 104/mD), /b
F 96 FLEE FAR (B FL 200p) 1, B A K BLEA 2
B EERARREREURSRASGY . 28R
1.2,3.4d, BHLEMA MTT20u1,37CHE T HK
B 4h FRIEEF, RBUEFAN EE R, SAMA
100 _H TR, BHES BHRMUFLUEK
490nm M EFLWELE ODE,. HERER(ER
=514 OD g/ HA OD {§ X100%),H# £
BAEKHL.

1.2.4 SP RmAbifil Ki-67 RiAEhA B
XECER B4 (AR 10°/mD) R, R AT
PUSETE 6 LI FFBUR S 2 B A, 200ul/ K, 75 40
KRERE B84 1,25(0H),D; (10" mol/L),
ERE A (50pmol/L) WA HAMEHEER
48h, M HF -, WEHEE, 3B SP K & U8
BHEAE,

L3 %it$a=
& F SPSS11. 0 Git #4417
2 &R

2.1 1,25(0H),D, B4 % % & # s HS578T 4
PSR

1,25(0H),D; REFREREZTHRAMRAEK
4d FEROLEEB MM RA Y 8 BA&, 107 mol/
L.10°mol/L # 1,25(0H),D; 4 4 %17 48.72h
EAMAERSER BAMLEALT%ER

(P<<0.0D), M LRI L B [6) I Bk Btk ZEX
BT HSS78T LR Ak B MBI EH,
EmE-B X R, 7 48h 5 A TE R 5 9%t
BABAKITHEER(P<0.01), R 1,25
(OH),D; A EXE G AREERB L BHA
BETRE., BEAELRES.1,25(0H),D; B4
A of 4 LA I SRR R RO KM A
EMEBE. LE1.% D, ’

1.2

e 4 =
o 3 =

<o
»

cell viability ( % of control )

o

)
o
_

2 3 4
time (d)

—— B E K 0.5ug/m!
~o—10 "mol/L1.25(0H),D,
—v—10"*mol/L1 25(0H),D,

—~o—celecoxib 50umol/l.
=&~ 10""mol/L1.25(OH),D, +celecoxib
=0-10""mol/L1.25(OH), D +celecoxib

H1 1,25(0H),D: RAEXEHAAERAKNE N

&1 1,25(0H),D; B EXEAEA
x HS578T @M #h &k 4 %

o EEOD
45 24h  48h  72h 96h
ARARY 100 100 100 100
k311 70.943.3 55.5+0.5 38.3£0.9  30.5tL1*
107mol/LL,25(0M, D5 9L.7EL5 79.1%0.5 69.4%2.8  613%L1*%
108mol/L1,25(0H)2Ds  95.545.1 916422 82.3£2.5 7L3£0.7* %A
Celecoxib 92.742.2 78,3178 69.041.7 582421 %

107 mol/L1,25(0H)2 D3 + Celecoxib 83.5£8.1 66.3£17 50.641.1 40.8%1.1+ %A@

10¥ mol 'L1,25(0H), D5 +Celecoxib 88.0£1.8 74.311.6 63.412.1 47.741,2" % #@x

Eeox SEMMBALK,P<0.0l;A%5 10"mol/L # 1,25
(OH); D5, P<0.0l; % 5 MK A & P<<0.01;: 4 5 10 mol/L
¥ 1,25(0H),D; ,P<<0.01; @ 5 E£¥ # & & P<0.0l;% 5 107
mol/L1,25(0H);D; +Celecoxib 4 t. % P<0.01,

2.2 Ki-67 k64T 40

Ki-67 HEEE S FETHAREN, BiFE 6, 5
BARMERERN 8T %, AW BIE Ki-67 FKikH
EFEK (A 2), 10" mol/L 1,25(0OH), D, 4 EH
FtEREE N8N EREHLBHN 45%,HH
B4 40K 33% (P-20.05),
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B2 1,25(0H).D, B & % ¥ 4 4 xt Ki-67 9% % (X200)
a: M E4A b:107mol/L 1,25(0H).D; 4
c:Celecoxib A d:10 "mol/L 1,25(OH);D; B4 E¥ & H 4

3 itig
B8 1,25(0H),D; RERE R HHUEEM

CEAMSEIEEL.BLL 1,25(0H),D; BRFEXRE
HVER TR IR HS578T 40 fa vk, i & WA X

#.

4;;@5@&% 10;71’1101/14 EFJ 1;25(OH)2D3 &bﬂ

AELYIER 48h FRIA B MBEIEHE, ™ 10°
mol/L i 1,25(OH), D, ZEZ5{EH 72h 5 A %
BB EE. EAWERA 9h B RARMBRYH
#1,25(0H),D; BIMIRAFEREREANEE.L,
25(0OH), D, 3 th 2 i [8] | 7 & 4 3 1k 04 1 b 9
wEiE.

COX-2 2% R £ & B8, COX-2 i ERik

i PG =4y R M HIE R . COX-2 H#ERE
MAMBENRAH N ER.PRIAMEAESER
ZH RETENARRD R COX-2 ATE R
BRBAETHMEN, FERRAEXEERANR
M EERE COX-2 WA RBAMREE(E D,
MA 1,25(0H),D; 5EXREHBKANERET
BRER. R SHAERFAREAPRES AR
ArrFEHA2HERANEE XX HhRER. &
S5BEAREAMBEHEENE LML NBEERES,
{EARRT BRI fE R VE, R S iL e TR B E T

B%,

Welsh™ A Jp FLAR R 28 & &1 0% L 8 R 24K BR

HE5hESRETHEXESE.MASLTARY
FIMAREEE NESSEMEE PR
EMEK, N 1,25(0H), D BT RBEE THER
Hut, BEERBRER 1,25(0H),D, BAEEH
BAEEMEMBENER. ZLXREAFHAKE
HHERBA 1,25(0H),D, REXEGHAER MR
KESNEMEERARR GBI ERERH
LI EFEERN, AMGRENATEREET —
EH IS,
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